This study includes (100) samples which grouped as following: control group (35) sample (blood and benign), patients group including (30) blood samples and (35) FFPE samples (tissue imbed in paraffin).
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The primer-blast online program (www.ncbi.nlm.nih.gov) was used to check above mentionedgenes for whole variable area amplification validation. Homology search was conducted using Basic Local Alignment Search Tool (BLAST) program which is available at the National Center Biotechnology Information (NCBI) online at http://blast.ncbi.nlm.nih.gov/Blast.cgi [5] .So as Ensemble program from www.ensembl.org/ location.
RESULTS AND DISCUSSION
Age of samples
The age of study samples were ranged from 30-89 years old men and women). These samples were grouped in six aging groups that each 10 years in one group, (figure 1).
Figure1: Age group of study samples
Theresults indicate that the age risk of disease incidence is begin in 50 years old and increased between 60-69 years old for both sexes.Age may be consideredas a threat issue is equally relevant in each gender men and women more than 50% of colorectal cancers are recognized after age 70, and only 10% are recognized earlier than age 55 [4, 6] recorded that the superiority and loss of life quotes for colorectal maximum cancers growth with age. All deaths occur in 50 and older human beings. The median age at colon most cancers diagnosis, is sixty nine in men and seventy 3 in ladies, is older than the median age at rectal maximum cancers diagno¬sis, it's sixty three in guys and 65 in ladies .
Similar results to the results of the current study, gender and age based dangersstratification tool changed into discovered to be the highestprogression and loss of life with CRC isin adults aged _50 years, with an average age of 57.5 years [7] .
The risk of CRC will increase with getting oldthe median age at analysis for colon and rectal most cancers is 60sin both gender [8] . [9] showed in Hawai'i metropolis that among 2009 and 2013, sufferers had the very best occurrence quotes of colon most cancers before the age of 50, which disagree with the outcomes of present day examine due to the ethnicity and existence fashion of pateints. [10] recorded for each sexes combined, in age group 30-39 years the CRC incidence extended. In age group 40-forty nine years, the CRC occurrence reduced. The reasons of this will increase are still unknown.
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Cyclin-dependent kinases (CDK1) sequencing analysis:
Thisresearch include (100) samples which grouped as following: control group (35) sample (blood and benign), patients group including (30) blood samples and (35) FFPE samples (tissue imbed in paraffin).
The CDK1 gene was detected genetically in order to investigate if thereany genetic defect within this gene. PCR optimization was done (figure 2), and the optimum temperature was chosen. The PCR conditions were as following: the first denaturation 94C for 5 min, followed by 35 cycle included(94 C for30 sec, 60C for 30 sec, 72C for 30 sec), the final extention was 72C for 5 min. To summarize all the results obtained from the sequenced 254 bp fragments, the exact positions of the observed variations were described in the NCBI reference sequences (Table 3 ). there is no significant value between the two groups(control and patients). (4) showed that there was no differencesof the genotype and the genotype (A/A) don't presentin samples, also there is no significant value p value for the samples, and this may be due to number of samples (35 control, 35 FFEP, and 30 blood) that leads to error in statistical calculations, or may be due to blood samples that don't reach yetthe genetic disorder due to the metastasis which requires cell migration toward higher oxygen tension, which is based on changing the structure of the cell (epithelialmesenchymal transition), orientation within the stroma and stroma interaction, and communication with the immune system to avoid attack. Once within the blood circulation, cells need to continue to exist trapping by means of the coagulation system, to live to tell the tale shear stress in small blood vessels, and to locate the right region for extravasation. Once outside in the metastatic locus, tumor cells ought to analyze the verbal exchange with the "overseas" stroma cells to establish vascular deliver and again specific molecules, which set off immune tolerance [11] .
Metastasis as a technique is one of the maximum technically hard components of most cancers biology to take a look at. As a end result, new structures and technology are constantly being evolved to higher understand this method [12] .
Table (5) showed the genotype analysis and allele frequency for control (35) and blood patients (30) samples, and there is also no significant value between the two groups. The results above indicated that the patients don't reach to metastasis stage and don't have gene expression by tumor molecular phenotype, so the molecular disorder don't reach the blood, this result accepted with Pandya P and his coworkers, which indicated thatmetastasis takes place, whilst cancer cells should leave the number one tumour [13] .
Results from table (6) showed the genotype analysis and allele frequency for control (35) and
FFEP patients (35) samples, which show that there is a significant value between the two groups. The results above showed that the allele G is responsible for the appearance of disease and its progression in patientsby reaching to metastasis stage and have gene expression by tumor molecular phenotype, with significant value in tissue samples. cancers development. In unique, it has been reported that prognosis is terrible in colorectal cancer patients with a high nuclear/cytoplasmic ratio of Cdk19 [14] . [15] ,explained that the improvement and development of human cancer is a multistep and complicated system, which is verified to be intently associated with the misregulation of cellular cycle and aberrant cellular signaling pathway transduction. G2/M segment arrest is the most important cell cycle protective barrier for mobile DNA harm repair earlier than mobile enters mitosis. Also [3] , indicated thatCDK1 (cyclin-dependent kinase 1) is important regulator of the G2-M checkpoint. CDK1 is considered a possible goal for most cancers remedy. In addition to CDK1, iASPP performs critical function in retaining cancer cellular proliferation. Table (7) showed the genotype analysis and allele for blood (30) and FFPE (35) patients samples, and there is no significant value between the two patients groups(FFEP and blood). Table (7) showed results above that indicated that the genetic defect and gene expression by tumor molecular phenotype occurs only in FFPE samples. Single-strand conformation polymorphism (SSCP) for all (100) samples was done for all samples and don't give significant results as shown in figure (4) (5) (6) (7) (8) (9) (10) (11) (12) (13) (14) (15) .The SSCP approach could be used in a more extended studies due to its poor analytical applications and old techniques [16, 17] .
SNP rs2456778 analysis
The second SNP (rs2456778) was detected during sequencing for CDK1 gene for all (100) samples The results above showed that the patientsreach to metastasis stage and have gene expression by tumor molecular phenotype in both ssaples types (blood and FFPE), due to thestrong significant.
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These results were agreed with with [18] , who indicated that CDK1 gene could be an prognostic marker for colorectal cancer. [19] reported the strong genetic correlation between the SNP (rs2456778) of CDK1 with colorectal cancer, which accepted with the results of the present study. CDK1 is a potential indicator of the disease-free survival probability for stage II colorectal cancer patients [20] Mutation in the tumor suppressor or cell cycle genes may also led to cellular transformation.
Similarly, epigenetic modifications such as DNA methylation, histone modification, and/or genetic alterations resulting in impaired cellular pathways may lead to microsatellite instability and mutator phenotype, and CDK1(cyclin-dependent kinase 1) is a critical regulator of G2-M checkpoint and it is considered a possible target for cancer treatment, especially in colorectal cancer (QingminZengaet. al., 2019).SNP (rs2456778) of CDK1 was recorded in National Center for Biotechnology Informationas a risk factor that responsible for many cancer types and one of them colorectal cancer (https://www.ncbi.nlm.nih.gov/snp/rs2456778#publications).
Table (11) showedthe genotype analysis and allele for blood (30) and FFPE (35) patients samples, and there is no significant value between the two patients groups(FFEP and blood). 
CONCLUSION
The age risk of disease incidence is begin in 50 years old and increased between 60-69 years old for both sexes.
The allele G is responsible for the appearance of disease and its progression in patients by reaching to metastasis stage and has gene expression by tumor molecular phenotype, with significant value in tissue samples.
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